asthma. Sixteen patients with intrinsic non-atopic asthma with persistent wheezing who had never been treated with corticosteroids showed normal adrenocortical responses to prolonged stimulation with Tetracosactin Depot. In a subgroup of six patients the hypothalamo-pituitary-adrenal (HPA) response to a standard insulin stress test was normal. It is concluded that impaired responsiveness of the HPA axis is unlikely to be a common factor in initiating oIr maintaining airways obstruction in patients with intrinsic asthma.
The relationship of adrenocortical function and bronchial asthma has long been the subject of controversy (Editorial, 1965) . Enhancement of bronchial hypersensitivity in guinea-pigs following adrenalectomy was reported by Kepinov (1922) , and Rackemann (1945) found low urinary 17-keto steroid excretion in one patient with asthma. Bronchial asthma may rarely be a presenting feature in Addison's disease (Green and Lim, 1971 (1968) found that cortisol production rates were normal in patients with extrinsic asthma in the ambulant state but were diminished at rest. The adrenal response to ACTH infusions was normal in their patients but the response to pyrogen stimulation tests was slightly but significantly impaired. Robson and Kilborn (1965) studied patients with continuous asthma and inferred from the experience of Ogilvie (1962) that their asthma was intrinsic in type. In these patients, cortisol production rates were normal at rest but the response to ACTH stimulation was impaired in 68%. There was an inverse relationship between the duration of symptoms and the response to ACTH. Both Weller et al. (1968) and Robson and Kilborn (1965) discussed the possibility that adrenocortical insufficiency may precede or result from the effects of asthma. The association of asthma with Addison's disease appears to be uncommon in the absence of previous steroid treatment (Carryer, Sherrick, and Gastineau, 1960; Green and Lim, 1971) . Similarly, in patients admitted to hospital with status asthmaticus signs of hypoadrenalism are uncommon even in patients who have received previous treatment with corticosteroids (Cayton and Howard, 1973) . Adrenal atrophy has rarely been recorded in patients dying of asthma in the absence of previous steroid treatment (Speizer et al., 1968; Green and Lim, 1971; Fraser et al., 1971) . Airways obstruction of itself does not seem to be associated with impaired adrenocortical function, for in patients with chronic bronchitis and severe fixed airways obstruction Weston and Kind (1969) found normal adrenocortical responses to ACTH. The present study has failed to show any relationship between intrinsic non-atopic asthma and impairment of HPA responses. There was no evidence that increasing age or duration of asthma affected the adrenocortical response to stimulation by stress or Synacthen. The plasma cortisol levels recorded in our patients were higher than those previously reported for normal subjects using the same assay methods (Ciba; Landon et al., 1963) . This suggests that in patients subjected to the stimulus of persistent asthma adrenal mass may be increased, as has been reported in patients dying with cardiovascular diseases and malignant neoplasms (Studzinski, Hay, and Symington, 1963 
